Neurocysticercosis is a parasitic infection of the central nervous system with the cysts of Taenia solium, the pig tapeworm. Infection presents with a pleomorphic picture depending on the stage and location of the infection and the immune response of the infected host. Historically confined to the developing world, neurocysticercosis is no longer limited to endemic regions, as globalization, travel, and immigration permit the spread of the infection. We report a young Hispanic patient who was diagnosed with neurocysticercosis of the fourth ventricle and subsequent hydrocephalus. N eurocysticercosis, the neurological manifestation of an infection with the encysted larva of the pig tapeworm Taenia solium, is the leading cause of acquired epilepsy worldwide (1, 2) . It is the most common helminthic infection of the central nervous system and one of the seven neglected endemic zoonoses targeted by the World Health Organization (2) (3) (4) . Th e infection is endemic in developing countries but is no longer limited to the developing world (1, 3) . Th ough declared as a potentially eradicable disorder, neurocysticercosis poses a public health problem worldwide (1) . Clinicians around the globe face the challenge of identifying neurocysticercosis.
CASE DESCRIPTION
A 26-year-old Hispanic man, whose wife had neurocysticercosis a year earlier, presented to the emergency room with headaches, dizziness, fever, photophobia, intermittent visual blurriness, and progressive confusion for 4 days. Th e patient was a Mexico-native farmer who previously worked at a slaughterhouse. Computed tomography (CT) of the head and brain revealed diff use enlargement of the supratentorial ventricular system, minimal transependymal migration of cerebrospinal fl uid, and eff acement of the supratentorial subarachnoid cerebrospinal fl uid-containing spaces concerning for communicating hydrocephalus. Magnetic resonance imaging (MRI) revealed a complex cystic intraventricular mass lodged at the fl oor of the fourth ventricle, and neurocysticercosis in the colloidal stage was suggested as the diagnosis (Figure 1 ). An external ventricular drain was placed and most symptoms improved. A suboccipital craniotomy and surgical removal of the cyst followed. Neurocysticercosis was histologically confi rmed (Figure 2 ), and treatment with albendazole was initiated. 
DISCUSSION
Taeniasis describes the intestinal colonization with a tapeworm, in this case the pork tapeworm Taenia solium (5). Infection occurs when larva-infected meat of the intermediate host (pigs) is consumed by the defi nitive host (humans) and an adult tapeworm develops in the human intestinal tract. Th e subsequent excretion of infectious eggs perpetuates the cycle and promotes further spread of the infection through the fecal-oral route (1) . Infectious embryos penetrate the human intestinal mucosa and gain access to the systemic circulation, resulting in cysticercosis, an infection of tissue (1, 5) .
Cyst development in the central nervous system is referred to as neurocysticercosis, and human infection predominantly results from a person-to-person spread (3). Neurocysticercosis has a heterogeneous clinical manifestation determined by the number, location, size, and stage of the lesion and the interplay with the host's immune system (1) . Symptoms can range from subclinical or subtle to epilepsy, headaches, or life-threatening manifestations (1, 3). Seizures occur in 80% of all symptomatic neurocysticercosis cases, and other manifestations include focal neurological defi cits (16%), increased intracranial pressure (12%), and cognitive decline (5%) (2) .
Symptoms depend on whether the lesion is intra-or extraparenchymal (3). Intraparenchymal neurocysticercosis is more frequently associated with focal neurological signs, headaches, and seizures and accounts for 60% to 90% of all cases (2, 5) . Extraparenchymal manifestations encompass cysts located in the subarachnoid space or the ventricular system and have a higher associated mortality (3). Intraventricular cysts usually appear as solitary lesions, with the fourth ventricle being the most common site of infection (50%) (1, 6) . MRI and CT allow for the classifi cation of subarachnoid-cisternal, parenchymal, intraventricular, or spinal neurocysticercosis based on location, and the presence of edema and calcifi cations can help identify the stage of the infection (1, 3) .
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